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Trefoil factor family 2 (TFF2) participates in mucus stabilization and repair, 
apoptosis, and inflammatory responses, but the detailed mechanisms that regulate its 
gene expression and function in inflammatory responses are not fully understood. 
Here, we show that TFF2 exhibits protective effects on lipopolysaccharide (LPS) 
-induced inflammation in human gastric epithelial cells. We first demonstrated that 
TFF2 was a new target gene of nuclear receptor TR3, and its expression was 
significantly enhanced by LPS through TR3 mediation. Moreover, the up-regulated 
expression of TFF2 was critical for the exertion of negative effects on inflammation 
mediated by nuclear factor-kappa B (NF-κB) in response to LPS by regulating the 
phosphorylation level of NF-κB during LPS infection. Therefore, our data yield new 
insights into the function and mechanism of TFF2 in the regulation of chronic 
inflammation in response to infection, which may serve to protect from Helicobacter 
pylori–associated gastritis damage. 
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NF-κB/Rel 家族为转录因子蛋白家族，包括 RelA(p65)、c-Rel、RelB、NF-κB1 
(p50/p105)、NF-κB2 (p52/p100)，以同源或异源复合物存在，其中最常见的为
p65/p50 异二聚体，是其活性的主要形式。家族成员具有共同的结构特征，包















结构域（TD）。RHD 结构域负责形成二聚体，结合 DNA 以及与其抑制子 IκB
的结合, 同时它还含有核定位序列(NLS),介导活化的 NF-κB 进入核内行使功
能。p50 和 p52 只有 RHD 而缺乏 TD，因此 p50 和 p52 同源二聚体并不能
激活基因转录，而是作为一种抑制分子存在，它们在细胞内通常各自以其
前体 p105 和 p100 的形式存在 (60)。 
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